Hypothalamic tumour presenting as anorexia nervosa. by McClean, P. & Redmond, A. O.
The Ulster Medical Journal, Volume 57, No. 2, pp. 224 - 227, October 1988.
Case report
Hypothalamic tumour presenting asanorexia
nervosa
P McClean, A 0 B Redmond
Accepted 26 September 1988.
The term anorexia nervosa is used to describe a condition of food refusal in
pursuit of thinness, often accompanied by self-induced vomiting and purgative
abuse. Patients are typically very active and have a disturbed body image. Usually
it is seen in pre-pubertal or pubertal girls. However, Bruch I describes atypical
anorexia nervosa, which can occur in either sex, usually later in puberty. These
patients recognise that they are thin and are more often depressed than
hyperactive. This paper describes a patient whose initial clinical presentation
resembled that of anorexia nervosa with some atypical features, but he was
eventually found to have a hypothalamic tumour.
Case History. The patient, a schoolboy from a rural area, presented to hospital
at the age of 14 years. His parents felt that his problems had started three years
previously when he moved to a secondary school at which he was unhappy
because he was the object of frequent bullying. However, they did not recall any
physical symptoms until one year prior to admission when he complained of
polyuria and polydipsia. There was no glycosuria and his symptoms settled fairly
quickly. Two months before admission he complained of nausea and he vomited
after eating. He stopped eating and lost weight. He became withdrawn and his
parents found him "difficult". He agreed that he was thin but did not feel that he
had any problem with eating. He lived on a farm with his family, and travelled to
school in a nearby town. He was the youngest in a family of five, with four older
sisters aged 17-23 years. There were stressful family events at the time of his
presentation.
On admission to hospital he weighed 29 kgs and measured 141 cms in height,
both figures well below the third centile for his age. He was withdrawn and
unco -operative during the examination which revealed no abnormal neurological
signs. The following tests were all normal:- haematological and biochemical
profiles, morning and evening serum cortisol, urine culture, chest X-ray and
barium meal. A diagnosis of anorexia nervosa was made and he was treated
initially with intravenous fluids and nasogastric feeds and later with total
parenteral nutrition. He continued to avoid food, and persisted in vomiting any
food he managed to take. He failed to gain weight.
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He was referred to the metabolic unit where, under a similar regimen with the
addition of chlorpromazine, he gained 9-5 kgs. He remained very difficult and
unco-operative on the ward and, as his physical condition had improved, he was
transferred to a psychiatric unit. His condition remained fairly static under a strict
regimen in which privileges were lost or gained depending on changes in his
weight or behaviour.
One month later he became acutely ill and was investigated in the paediatric
medical unit. He initially complained of an occipital headache but within a few
hours he developed drowsiness and slurred speech and appeared severely
dehydrated. Cerebrospinal fluid examination revealed 100 leucocytes per ml with
65% polymorphs. However, the protein and sugar content were normal and no
organisms or neoplastic cells were identified. The serum sodium was 165 mmol/1
and urea 17-1 mmol/l. In spite of his severe dehydration he had a urinary output
of 2 1/day, with an inappropriately low urinary osmolality. Skull X -rays and a CT
scan (Fig la) showed periventricular calcification and an appearance suggestive
of intraventricular tumour. He still had no neurological signs on clinical examin-
ation, although visual field perimetry now revealed bitemporal scotomata. In the
neurosurgical unit, examination via a right frontal craniotomy revealed a mass of
firm tissue on the floor of the right lateral ventricle in relation to the head of the
caudate nucleus. The portion removed for histological examination showed
gliosis. After the operation he felt better, vomiting decreased and there was no
further weight loss.
Fourmonths laterhissymptoms recurred and CTscan (Fig 1b) revealed extension
of the lesion with encroachment on the third ventricle. After radiotherapy the
tumour regressed (Fig 1c), he gained weight, his appetite improved and he
became more co-operative. The field of vision in his right eye returned to normal
although a temporal defect persisted on the left side. Improvement continued for
a year, his weight remaining around 41 kgs. Then his appetite diminished, his
weight dropped slightly and there was no further gain in height. CT scan now
showed further spread of tumour although it remained confined to the ventricular
system.
He was re-admitted to the metabolic unit as he had become increasingly
unco-operative, was refusing to eat and had lost 3-6 kgs in weight. Nasogastric
feeding was recommenced and cortisol and androgen given intramuscularly, as
there was biochemical evidence of hypopituitarism. A week after admission he
had an epileptic fit and developed cerebrospinal fluid rhinorrhoea. Lumbar
puncture revealed uniformly blood-stained fluid and large nucleated cells. He
became increasingly drowsy and further CT scan (Fig 1d) showed marked spread
of tumour which involved the left frontal lobe. He died the following day. A post-
mortem examination was not performed but from the malignant appearance of
cells identified in the CSF, and the clinical and radiological behaviour of the
tumour, a presumptive diagnosis was made of ependymoma.
DISCUSSION
There have been reports in the literature of hypothalamic tumours mimicking
anorexia nervosa in adolescents and adults.2.3 The diencephalic syndrome of
infancy and childhood consists of severe emaciation with a happy, active
disposition.4 However, Bauer5 demonstrated, in a review of 60 patients with
lesions in the hypothalamic region, that only 44% had weight change, and the
majority of these (26%) became obese.
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Fig 1. CT scans at the level of the third ventricle.
(a - top left) Six months after initial presentation, there was calcified tissue around the frontal horns
of both lateral ventricles (arrow).
(b - top right) Four months later, tumour had enlarged and spread to posterior third ventricle and
margins of lateral ventricles posteriorly (arrows).
(c - bottom left) Following radiotherapy, only frontal periventricular calcification remains.
(d - bottom right) Last scan, shortly before death, shows massive recurrence in the left frontal
region with extensive periventricular spread bilaterally.
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Various endocrine changes in anorexia nervosa6 suggest an underlying hypo-
thalamic dysfunction. Most of these changes are similar to those found in
starvation states from other causes which suggests that they are initiated by
weight loss. However, the changes in the hypothalamic-pituitary-gonadal axis
and the hypothalamic-pituitary-adrenal axis seem to be unique to patients with
anorexia nervosa. Thus it is perhaps not surprising that difficulty arises in
diagnosing a hypothalamic tumour which appears to present as a case of
anorexia nervosa. There were no specific neurological signs or symptoms in this
case, and there were several features in keeping with anorexia nervosa - his lack
of awareness of the problem with his eating habits, his difficult personality, his
weight gain on "enforced" treatment and the age of onset.
According to Bruch I the less typical features of this case - his awareness of
weight loss and depressed lethargic state - are found in secondary anorexia
nervosa. The refractoriness of his condition, the deterioration of his personality
and finally the acute episode of severe dehydration secondary to the onset of
diabetes insipidus led to the correct diagnosis. This case, and others previously
reported, demonstrate the need to consider the diagnosis ofhypothalamic lesions
in patients with anorexia nervosa. Response to treatment of anorexia nervosa
does not exclude a hypothalamic tumour. A CT scan should be considered in any
patient with atypical features.
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